Patolgy
The parasite is a crescetntic organism pointed at one end and rounded at the other, 4-7;z long and 2-41 in width. In Wright and Giemsa stains the cytoplasm appears pale blue, and a dark red to purple chromatin mass is vsieb near the centre or at the rounded end. In tissues the parasites occur singly, or in aggregations, ' pseudocysts,' which may be surrounded by a cyst-walL.
In both the congenital and acquired human infections the parasites may invade many of the body organs, for example, the brain, for which they appear to have a predilection, the cranial nerves, lungs, myocardium, liver, kidneys, bladder, skeletal muscle, testicles, adrenals, ovaries, and thyroid. The histological changes resulting in these tissues have been described by Sabin (1941) , Paige, Cowen, and Wolf (1942) , Zuelzer (1944) , and Calahan, Russell and Smith (1946) among others. Zuelzer (1944) summarizes the pathological changes as follows:
'They consisted of acute vasculitis. foci of necrosis of tissue followed by inflammatory cell infiltrations, and productive granulomatous changes. ... The infiltrating elements were chiefly mononuclear cells and plasma cells, but eosinophils were often present. The granulomatous lesions, noted chiefly in the central nervous system, seemed to develop in response to small numbers of parasites.'
At necropsy large areas of necrosis associated with calcification and cysts may be found in the brain. Sometimes there is widespread encephalomacia (Kean and Grocott, 1948) . In patients dying in the early days of life extramedullary haemopoiesis in the liver and spleen is common and is -regarded by Zuelzer (1944) (Zuelzer, 1944; Callahan, Russell and Smith, 1946) . Ocular signs other than choroido-refinitis which have been reported are coloboma of the macula (Janku, 1923) , microphthalmos, enophthalmos, ocular palsies, nystagmus, and papilloedema allahan, RusselL and Smith, 1946) . Susceptibility to respiratory infections may be related to the toxoplasmic pneumonits frequently found at necropsy. Diarrhoea and vomiting usher in the disease in some infants. Myocarditis has frequently been reported, usually without obvious clinical evidence of its presen, although one infant descnbed by Cowen, Wolf, and Paige (1942) had oedema. A curiously unstable temperature and a diffuse maculo-papular rash in the neonatal period were also described by Cowen, Wolf, and Paige (1942) . The cerebrospinal fluid in many of the cases reported has been xanthochromic with pleoytosis and a high protein content Zuelmer, 1944; Adams, Adams, Kabler, and Cooney, .1948) . Rarely toxoplasma has been found in smears (Wolf and Cowen, 1937; Cowen, Wolf, and Paige, 1942) .
Diognis
The only certain proof of toxoplasmosis is the recovery of the toxoplasma from the body fluids, especially from the cerebrospinal fluid, by intracerebral and intraperitoneal inoculation of rabbits or mice. This is, however, often unsuccessful even when carried out soon after birth (Zuelzer, 1944; Miller, 1947) ; and, of course, in older patients the infection may have subsided leaving only the permanent residua.
A test for the demonstration of toxoplasmaneutralizng antibodies in the serum of affected persons has been described in detail by Sabin and Ruchman (1942) , Sabin (1942) , Callahan (1945) . A positive test in the mother or infant is strong presumptive evidence of toxoplasmosis but a negative result does not at all rule out the possibility of its having been present and subsided (Sabin, 1941; Crothers, 1943; Schwartzmann, Maffia, Crusius, and Brunhoffer, 1948) . A more satisfactory test, the cytoplasm-modifying antibody test, has recently been described by Sabin and Feldman (1948) The mother noted that she had an internal squint of both eyes at birth, and thought that as early as eight weeks the infant failed to see properly in comparison with her previous children at the same age. On July 3, 1948, when she was thirteen months old she was for the first time examined at the Glasgow Eye Infirmary. There was at that time ' a marked disseminated pigmentary choroidoretinitis affecting the maculze' of both eyes. The Wassermann reaction was negative. On July 13, 1948, repeat fundal examination revealed, in addition, a coloboma of the right disc and choroid.
The mother was aged thirty-two years and was healthy. The father was aged thirty-seven years; for some years he had been addicted to drugs and, in fact, he died from an overdose of self-administered chloroform whie his child was in the hospital. There are three older children, a boy aged five years, and twin gids aged three years, all of whom are healthy.
On examination after admission the child was seen to be thin, 86 per cent. of the expected weight for her age. The head circumference was 17* in.
(averag normal 18j in.). On admission she was profoundly il dyspnoeic and cyanotic, although her rectal temperature never rose above 100°F. The signsofbroncho-pneumoniawerepresent throughout both lhmgs. There was no evidence of cardiovascular, gastro-intestinal or renal disease.
When she had recovered from the pneumonia it was obvious that she was a high-grade mental defective. There was no spasticity but the knee and ankle-jerks were eaggerated and the plantar responses were extensor. Her vision was obviously poor and there was a bilateral internal stabismus.
Ophthahloscopy showed pale discs and narrowed arteries. There was fine pigmentation over the whole of both fundia and there were atrophic white areas at both malae with marked surrounding pigmentation. A proliferative pigmented mass obscured the right choroidal coloboma. The appearances were those of bilateral choroido-retinitis.
The following laboratory investigations were carried out:
The Mantoux test (1/5,000) was negative. A blood count showed haemoglobin 11 g. per cent.; red cells 3-95 million per c.mm.; white cells 12,800 per c.mm.
A laryngeal swab produced a heavy growth of pneumococi and scanty coliform organisms on culture.
X-ray examination of the chest showed patchy consolidation of both lungs, and of the skull several areas of calcification in the form of lnear streaks in the region of the optic thlamus which were too fine for photographic reproduction.
Examination The sera of P.N. in the first test neutralized 10 to 100 skin doses, and in the second 100 to 1,000 skin doses. That of Mrs. N. neutralized 10 to 100 skin doses.
Serum inoculations intracerebrally and intraperitoneally into mice failed to produce toxoplasma infection.
The mother and three older children were all examined and appeared to be healthy. Tlhe history obtained later from his mother was as follows. He was her first child, a full-term healthy baby weighing 7 lb. He developed normally, walking at eleven months and talking at twelve months. At the age of six months, however, it was noted that he faied to grasp objects which were near his face. At the age of four years he was examined by an ophthalmologist who reported that the boy had some retinal abnormality in both eyes and prescribed glasses which were wor thereafter. He left school at the age of fifteen years and works as a general labourer.
The mother was aged forty-one years and the patient's father, who is not the mother's husband, was aged forty-one years. Both are healthy. The mother has since had two healthy children by her husband.
On exaination the boy appeared to be a heaklhy, well-developed youth of low averag itelligence. CONGENITAL TOXOPLASMOSIS: A REPORT OF TWO CASES and seems, in fact, to be the rule rather than the exception (Miller, 1947; Adams, Adams, Kabler, and Cooney, 1948; Jacoby and Sagorin, 1948 The fact that the second patient was in good general health apart from inactive choroido-retinitis and intracranial calcification only provides further evidence to support the view of several workers (Sabin, 1942; Crothers, 1943; Callahan, 1945; Heidelman, 1945; Johnson, Fried, Broaddus and Lamfrom, 1946; Plaut, 1946; Adams, Adams, Kabler. and Cooney, 1948 ) that a patient may survive infection without serious disability even when the brain and eyes are involved, and that only one or two of the cardinal manifestations of the disease may be present. that caklcfiction is in the region of the basal ganglia(Case 2).
I understand that in ophthalmological practice in Great Britain bilateral choroido-retinitis is not an extremely rare condition, and that when cases due to syphilis and tuberculosis are excluded there remains a number for which no cause can be found. It seems probable that if facilities for the performance of toxoplasma antibody tests were more generally available toxoplasmosis in this country would be shown to be not very uncommon. Affected patients are most likely to reach either the paediatrician, because of visual defects, mental abnormalities, abnormal heads, or as gravely ill newborn infants, or the ophthalmologist with choroido-retinitis.
Summary
The etiology, pathology, clinical and serological diagnosis, and prognosis of congenital toxoplasmosis are briefly reviewed.
Two probable cases occurring in the United Kingdom and not noted in the literature are described and discussed.
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